[Study about cardiomyocyte apoptosis in myocardial ischemic-reperfusion injury of rats and NF-κB p65, iNOS expression].
By observing the rats with PDTC after the intervention, myocardial ischemic reperfusion injury (MIRI) during apoptosis, NF-κB and iNOS expression. Analysis of NF-κB and iNOS expression in the rat heart ischemic-reperfusion injury, apoptosis in the process of regulation and its mechanism. Manufacture of myocardial ischemic-reperfusion model. Using transmission electron microscope methods and TUNEL method to observe the apoptosis myocardial cells and calculated the apoptotic index; by immunohistochemistry (SP method), the detection of myocardial cell NF-κB p65 expression, and the use of immunofluorescence to detect iNOS expression in myocardial cells. IR group and PDTC +IR group, apoptosis and NF-κB and iNOS expression was significantly stronger than that of Sham group (P<0.05). PDTC +IR group, apoptosis, NF-κB and iNOS expression was significantly weaker than the IR group, the difference was significant (P<0.05). Myocardial ischemia reperfusion injury, there is significant apoptosis. IR can induce NF-κB activation and iNOS formation. The NF-κB activation and iNOS formation, apoptosis of cardiac muscle cells are a catalyst. PDTC can effectively reduce the expression of NF-κB, to improve the oxygen scavenging cell function, decreased cell apoptosis, reduce the MIRI injury.